Methods.-15 to 20 g. of an equal mixture of potassium chloride and potassium citrate dissolved in about 250 c.c. of water were given by mouth or by stomach tube. Cardiograms were taken before, one to one and a half, and two to two and a half hours after. Chest leads used were IV R, LP-R, RP-R (Wood and Selzer, 1939) . Blood samples were taken at the same time as the cardiograms, and serum potassium was estimated by a modification of the method of Kramer and Tisdall (1921) . A few subjects showed little or no change in the serum potassium and cardiogram after these doses of salt, and there was considerable individual variation in response, as has been noted by Keith, Osterberg, and Burchell (1942) . Successful observations were made in the following: 4 cases with T III pattern myocardial infarction, 4 with T I pattern myocardial infarction, 9 with T inversion due to left ventricular preponderance, and 4 with T inversion due to right ventricular preponderance.
RESULTS
Throughout each group the results were the same. TIII pattern myocardial infarction.-T III became more inverted and T I more upright (Fig. 1) . The three chest leads, as expected, became more upright.
TI pattern myocardial infarction.-T I became more inverted and T III more upright (Fig.  3) . T IV followed T I, and S-T elevation was often accentuated. The original pattern of each case was not, however, changed.
Left ventricular preponderance with TI and TIV inverted.-In comparison with T I pattern cardiograms the effect of potassium was exactly opposite, TI and T IV becoming upright (Fig. 4) Greenberg (1939) , using radioactive potassium, showed that most of the ingested potassium was taken up by the liver, and that the rise in extracellular fluids preceded by some hours the rise in cells. It is possible that cardiographic changes produced by these doses of potassium salts result solely from electrolyte changes in the extracellular fluids or in the general " conducting medium " to the periphery of which leads are attached. Yet potassium presumably affects the heart itself, as numerous workers since Blake (1839) have shown that standstill andI death result from excess. Careful inspection of our results reveals no evidence that potassium produces specific changes in the normal or abnormal cardiogram, as, for example, does digitalis. The effect, so far as S-T interval and T wave are concerned, appears to be an accentuation of deflections that are already present. Thus S-T deviation rather than deepen- Fig. 2 , lead II, the point " b " rather than " a " is the apex of the T wave. In some curves this is substantiated by Q-T measurements, but, in view of QRS widening and other factors after potassium, considerably more evidence is required before such measurements can be analysed. group.bmj.com on April 20, 2017 -Published by http://heart.bmj.com/ Downloaded from SUMMARY T wave inversion due to myocardial infarction is further inverted by raising the serum potassium, while T wave inversion due to preponderance of a ventricle becomes upright after potassium.
The method is useful in analysis of difficult electrocardiograms. It is suggested that T inversion in ventricular preponderance is an S-T change, not a T wave change.
Serum potassium was estimated in the School laboratories (Director, Dr. E. J. King). My thanks are due to the Chief Medical Officer, L.C.C., for permission to publish the clinical material.
